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AN TLAB, FONTMMER L L ToOFMITEAR T L Tuviely, A
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A IG5 A BBV BEE B fEPE Y oS0 A AL T & & alREtEASR
g XA 7=, EBV [ B AR Y o 0T RG 00 4y -1 & LT o0 EBNAL OO 3F il A
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THEFF SN S, EBV % 7 LS IXEHIRO
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EBV % / 1y |- EBNA2 responsive clement |25

GLTCVrE—%—Mo07A ARG
BBAET 5. Zhick->Tho) EBNA & &
412 EBNAI 2328+ %5, EBNAL (3 oriP 2%

GLT.EBVY ./ LAOBEREC/IW T OE—4%
— (C/ WpEkimtElb+ 5, ZHic kv E(Z

EBNA 28381 4. A TERKEIRSY 1o
¥1 (Latent membrane protein : LMP-1 / -2) % 1)
LiEtEfbEh 5, EBER &MU 2 K
#BL, MNFOBCHROBEEEESILT
B filla o B ITHERF I 5 L TWd, Bl Lo
AH=ANLZL - T EBV (1 B il 4 EMEH
i L £ ORAEH#ETT 5.
EBV ICLDBHN AFELZIMET S92, B
{£ £ CiZ EBNA2, EBNAL, LMP-1 # fiijhsi
L THFFEM T T& 7=, EBNAIL |1 EBV ¥
J AOTER « HEFE L A L R EFIR T OTEE
&) BAl o BHHEALIZ M5 TR ¥ o
JHTHAIH, a IMEBERER L LRIz
HLTWwWA, EBV 4/ A8 E 7 1 L 25z
- OHR G OFEMACIL, oriP 25T 25 family of
repeat (FR) & dyad symmetry element (DS)
EBNAI binding site (EBNA1 BS)-~ EBNA1 7454
HZ&iICk-TZ %, EBNAI BS (X FR
220, DSIZ 4 »#FfEET 5, DS ~@ EBNAI

BT A Lok EBV 4 /2 AO#HBAVE
li!:-'d/.:) £ 7= EBNAI 7% oriP |2 Tn“'f? ]" bs

o —RRENEIE LTS, Fhiz Ly ¢/
Wp AEHEAE LT, 74 4 ARG 0da5 00
Wit A, MATEBNANLIZEBY 7/ AL LY
) DR SHA T LIk~ T.EBV # /) h%
AN RN~ S H S,

BifE£TIZ. EBNAI OERBIT 7Tk
WAR{E B A 4 LA K% X4~ EBNAL R
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BIE5ZLICkoT EBVAARELEZB Y >
N ERINESC b RRRES IR RS S EBY D5
Lz s, BAEEMELETFEE5 2L
PAHEEEIN TV S (Kennedy et al. PNAS 2003;
Nasimuzzaman, et al Mol Therapy 2005). L 74+L Y
SREDIREE « TEEO T O 4y FEEN BT iR
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FEMTHLINE I KRR EEINT
AL EBNAL DL A & L C DNEI 2
{52/ L . DNEI #8i#lif175 EBV MU=zt 548
FitE & BT BT HLEHME
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(1) DNEl %#8{-<7 % —O 4 : DNEI # GFP
EDOBEL N7 ELTEBURTDLPRD
A I ALY #—pCMMP GFP DNEI(GD)% Hf 4t
L 7=. DNEI [t Kennedy et al, PNAS 2003 (=it
ENTVWAHELEOZMER LT,
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binding domain @ Z# % {1+ A 7 3 / [k
377-391(NLS) 7* &5 451-641(DNA binding and
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pCMMP [ CMV & MLV LTR O@t G 7' £— %
— 7 B s A R B A B B 2 il L A e i
FREAZ ZT—THd 0 | MO L HEGE
T b A2 F—ZTiT27, £7kEtE= b
r2—/b & LT GFP O #4388+ %5 pCMMP GFP
Z{#fij L 72(Komano et al., Mol Biol Cell 2004)
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Miller et al., J Virol 1993; Busson et al., J Gen Virol
1995; Bell et al,, J Gen Virol 2006 T %, C/W
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WEFF A7 27 8 YIZHBE W TdELE
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